REMARKS 

In the Official Action dated September 16, 2005, Claims 11,13 and 15 are 
pending and under consideration. Claims 1 1 and 15 are rejected under 35 U.S.C. § 102(e) 
as allegedly anticipated by Lang et al. (U.S. Patent Application Publication No.: 
US 2005/0064501). Claims 1 1, 13 and 15 are rejected under 35 U.S.C. § 103(a) as 
allegedly unpatentable over Lang et al. in view of Thiam et al. (FEBS Letter, 459:285-90, 
1999). 

This Response addresses each of the Examiner's rejections. Applicant 
therefore respectfully submits that the present application is in condition for allowance. 
Favorable consideration of all pending claims is therefore respectfully requested. 

Applicant observes that relied on Lang et al. as a reference in § 102(e) 
rejection and a primary reference in § 103(a) rejection. Applicant respectfully submits that 
Lang et al. is not a proper reference under 35 U.S.C. §§ 102 and 103. 

In the first instance, Applicant observes that the present application was 
filed on April 20, 2001, which claims the benefit of a U.S. provisional application filed on 
April 20, 2000 . Applicant also observes that Lang et al. was filed on November 10, 2004, 
which was a divisional application filed on February 19, 2002, as a U.S. national 
application under 35 U.S.C. 371 based on international application No. PCT/EP00/03578. 
Applicant observes that PCT/EPOO/03578 was filed on April 19, 2000 , which was based on 
a German application DE 199 17 990.5 filed on April 20, 1999. 

Applicant respectfully submits that in order for a U.S. patent application 
publication, such as Lang et al., to be a 102(e) reference based on an earlier filing date of 



3 



H :\work\978\l 3492\amend\l 3492.am5.doc 



an international application, the international application must meet the following three 
conditions (see MPEP § 706.02(f)(l)(I)): 

(a) an international filing date on or after November 29, 2000; 

(b) designated the United States; and 

(c) published under PCT Article 21(2) in English, 

In the present case, PCT/EPOO/03578 upon which Lang et al. is based was 
filed on April 19, 2000. before November 29, 2000 . Additionally, PCT/EPOO/03578 was 
published in German, not in English . A copy of PCT/EPOO/03578 publication (first two 
pages) is enclosed as Exhibit A. 

Accordingly, Lang et al. reference is not a proper reference under 35 U.S.C. 
§ 102(e) in the first place. 

Moreover, we observe that Lang et al. merely relate to h-sgk kinase or its 
inhibitors. Nowhere do Lang et al. disclose a method of employing PKMC inhibitors as 
recited in Claims 1 1 and 15. 

As such, the rejection of Claims 1 1 and 15 under 35 U.S.C. § 102(e) as 
allegedly anticipated by Lang et al. is overcome and withdrawal thereof is respectfully 
requested. 

With respect to the § 103 rejection, Applicant respectfully submit that since 
the Lang et al. reference is not a proper reference under § 102, the rejection under 35 
U.S.C. § 103 based on Lang et al. cannot be sustained. 
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In view of the foregoing amendments and remarks, it is firmly believed that 
the subject application is in condition for allowance, which action is earnestly solicited. 




lectfully submitted, 



Peter I. Bernstein 
Registration No. 43,497 



Scully, Scott, Murphy & Presser, P.C. 
400 Garden City Plaza, Ste 300 
Garden City, New York 11530 
(516)742-4343 
PIB/ZY:ab 

Encl: Exhibit A 
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(54) Title: MEDICAMENTS CONTAINING INHIBITORS OF CELL-VOLUME REGULATED HUMAN KINASE H-SGK 

(54) Bezeichnung: ARZNEDvCTTEL ENTHALTEND HEMMSTOFFE DER ZELLVOLUMENREGUUERTCN HUMANEN KINASE 
H-SGK 

(57) Abstract 

The invention relates to medicaments which contain inhibitors or activators of cell-volume regulated human kinase h-sgk. 
Medicaments of this type are suitable for treating conditions, in which an increased or reduced expression of h-sgk is identified. 

(57) Zusammenfassung 

Die voriiegende Ernndung faetrifft Arzneimittel, enthaltend Hemmstoffe oder Aktivatoren der zellvorumenregulierten humanen Kinase 
h-sgk. Solche Arzneimittel sind zur Therapie von Krankheitszustanden, bei denen eine gesteigerte oder verminderte Expression der h-sgk 
gefunden wird, geeignet 
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Arzneimittel enthaltend Hemmstoffe der zeUvolumenreguIierten humanen Kinase h-sgk 



Die vorliegende Erfindung betrifft Arzneimittel, enthaltend Hemmstoffe oder Aktivatoren der 
5 zeUvolumenreguIierten humanen Kinase h-sgk. Solche Arzneimittel sind zur Therapie von 
KrankheitszustMnden, bei denen eine gesteigerte oder verminderte Expression der h-sgk 
gefiinden wird, geeignet. Die h-sgk sowie Verfahren zu ihrer Herstellung wurden bereits in der 
EP-0 861 896 beschrieben, deren Inhalt ausdrucklich auch Bestandteil der vorliegenden 
Beschreibung sein soli. 

10 Beeriffsbestimmungen: 

h-sgk: human serum and glucocorticoid dependent kinase (Serin/Threonin-Kinase) 

ENaC: epithelialer Na*-Kanal 

MDEG: mammalian degenerin (Waldmann, R., Lazdunski, M. (1998) Current Opinion 

in Neurobiology 8: 418-424); ein synonymer Begriff ist "BNC" (brain Na + - 
channel) 

TGFBj : tumor growth factor P i 

NKCC : Na\ K\ 2Cl*-Cotransporter 

HEPES: [4-(2-Hydroxyethyl)-piperazino]-ethanesulfonsaure 
SEM: standard error of mean 



15 



20 



Transdominant- 
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durch Mutation veranderte h-sgk: Lysin in der Position 127 wurde durch 
Arginin ersetzt (K127R); die Mutation liegt in der katalytischen Region und 
unterbindet die katalytische Funktion der Kinase. 

25 Eine gesteigerte Expression der h-sgk wird bei Diabetes mellitus, Arteriosklerose, M. 
Alzheimer, Leberszirrhose, M. Crohn, fibrosierender Pankreatitis, Lungenfibrose und 
chronischer Bronchitis vermehrt gefiinden. Die gesteigerte Bildung der h-sgk kann durch 
Stimulation der Expression durch TGFfli erklart werden (Fig. 1). Fibrosierende Erkrankungen 
werden durch gesteigerte Bildung und herabgesetzten Abbau von Matrixproteinen 

30 hervorgerufen. Beides sind Wirkungen von TGFBi. In Fibroblasten kann die gesteigerte 



